as it would appear that it was one of the early features of the case; the absence of collapse at the moment of rupture, and the duration of life after it, both no doubt due to adhesions having formed so as to limit the dispersion of the escaping contents of the stomach.
A point of minor interest is that this case illustrates the well-known fact that it is ulcers on the anterior wall of the stomach which are most likely to be latent, and which most commonly lead to rupture, the latter owing to the difficulty with which they form adhesions to the neighbouring parts. The stomach was greatly distended owing to a tight stricture of the pylorus, due to the latter being dragged up and adherent to the gall-bladder, and not to any disease of its mucous membrane. The omentum, the duodenum, and the -pylorus were all adherent to the gall-bladder, which was very tense. On strong compression of the gall-bladder, a fluid, apparently a mixture of bile and pus, flowed from the hepatic papilla in the duodenum. In the gall-bladder, two rounded stones about the size of small hazel-nuts were found, not facetted, and there was none impacted in the duct, and no others were found in the intestines. The walls of the gall-bladder were thickened and rigid, and its internal surface resembled that of an atheromatous aorta. The liver was enlarged, weighing 88 oz.
The pancreas was normal. Nothing was found in the brain to account for the coma. I presume that in this case the primary fact was the presence of gall-stones; that these had somehow set up irritation and suppuration in the gall-bladder; and that the inflammation had extended outwards, causing the adhesions that were so marked, and that led to the signs that supported the mistaken diagnosis. It is to be specially noted that there was no impacted gall-stone. The jaundice was due to constriction of the gall-ducts from the matting of the parts. 
